ing large numbers of hypertensive patients for long periods during the past ten years with a variety of drugs and does not recollect having any other cases of polyarteritis supervene during their management. Moreover, since these three cases have been made known two other possible cases of collagen disease attributable to guanethidine have been brought to our notice. In one case, belonging to Dr. A. R. Horler (personal communication, 1963) , fever, polyarthritis, and polyneuritis followed treatment of hypertension with guanethidine, pempidine, and chlorothiazide. In the other, reported to us by Professor J. T. Ingram (personal communication, 1963) , disseminated lupus erythematosus developed in a patient taking guanethidine and digoxin. It is not claimed, however, that the case for a causal relationship has been established with certainty. But in view of its potential importance it has been thought wise to present the facts.
The possibility of chlorothiazide as a causal agent has also been considered, .since it too was being taken with guanethidine in one of the cases and possibly in two of them; but it is so widely used for other purposes without harm accruing that this seems unlikely. As to the possible significance of the combination of guanethidine and chlorothiazide, no evidence is offered. It could apply to only two of the cases here presented.
Summary
Three cases are described in which "collagen vascular disease" developed during treatment of long-standing hypertension with guanethidine.
They presented as mononeuritis multiplex, polyarteritis nodosa, and cerebral vasculitis respectively.
A possible causal relationship with guanethidine is discussed. Subacute inclusion-body encephalitis was first reported by Dawson (1934) as a disease of children characterized by the finding of type A inclusions in the nuclei of cortical neurones. Similar cases were subsequently described (van Bogaert, 1945; van Bogaert et al., 1956) under the title of " subacute sclerosing leucoencephalitis," and it is now believed that these two syndromes are identical (Greenfield, 1950) . The disease affects children and young adults and has an insidious afebrile onset, usually with deterioration of personality and behaviour and sometimes associated with epilepsy. The second stage is characterized by akinetic mutism with complex involuntary movements, myoclonic or ballistic, occurring at intervals of 5-10 seconds and accompanied by synchronous periodic highvoltage complexes followed by periods of electrical silence in the electroencephalogram (E.E.G.). The third and final stage is one of progressive decortication leading to death within months or at the most two years. Excellent reviews of the clinicopathological findings are given by Dawson (1934) , van Bogaert et al. (1956), Foley and Williams (1953) , Pallis and Spillane (1957) , Poser and Radermecker (1959) , and by Brain et al. (1948) .
Remissions are occasionally seen in the early stages (Simpson, 1961 ), but recovery is so rare that in Simpson's Case 11, when apparent recovery occurred, he concluded that the diagnosis was incorrect. One non-fatal case was recorded by Kurtzke (1956) , who accepted the diagnosis.
We report below a patient who was believed to be suffering from this condition but who has apparently made a complete recovery. 
E.E.G. Studies
The first record taken in the Regional Neurological Centre (Fig. 1) showed repetitive complexes which in some respects resembled altered K complexes. These outbursts were synchronous in all channels, but their morphology varied considerably from channel to channel. However, the recording from any one pair of electrodes revealed that the paroxysms had a remarkably constant form which remained fairly stable throughout the record. The discharges, which recurred at regular intervals throughout the record, were separated by periods of relative suppression, only a little irregular low-voltage slow activity being present.
It was felt that this record contained a sufficient number of the features found in subacute encephalitis (Radermecker and Poser, 1960) 
Discussion
Proof of a diagnosis of a subacute inclusion-body encephalitis rests upon the characteristic pathological findings at necropsy or on brain biopsy. The diagnosis in life depends upon the occurrence of (1) In many cases brain biopsy is not performed if the other features are present. The association of high-voltage synchronous complexes recurring at regular intervals over a long period of time, and separated by periods of relative electrical silence associated with involuntary movements, enables a diagnosis to be made with confidence (Cobb and Hill, 1950; Radermecker and Poser, 1960) , but similar phenomena have been reported in encephalitis due to other causes (Lesse et al., 1958 ; Hoefer et al., 1959) and in head injury (Zappoli, 1959) .
In the present case it seems probable that the encephalitis was of the subacute inclusion-body type but that he eventually recovered. The alternative explanation is that the patient suffered from another variety of subacute polioclastic encephalitis, but exhibited an E.E.G. record identical to that seen in inclusion-body encephalitis. The former explanation is favoured in this patient, particularly as recovery has been observed occasionally in similar cases (Kurtzke, 1956; Simpson, 1961) .
The completeness of the recovery and the reversal of the abnormal E.E.G. pattern make it unlikely that relapse will occur, because the remissions observed in the early phases of the disease are usually incomplete, the patient remaining with a significant psychiatric and neurological disability.
A further point of interest in this patient is the transient occurrence of polyuria. Unfortunately his lack of co-operation made it impossible to carry out tests to prove the presence of diabetes insipidus, but the low specific gravity of the urine after fluid deprivation and the reversibility with vasopressin suggested this diagnosis rather than that of compulsive waterdrinking. It is therefore probable that there was involvement of the neurohypophysis or of the pituitary stalk by the encephalitic process in this case. This corresponds with the pathological observations of van Bogaert (1945) , who found extensive subcortical involvement of white and to a less extent of grey matter. Smmary A patient is described who was probably suffering from subacute inclusion-body encephalitis but who made an apparently complete recovery. This occurrence, and the unusual development of polyuria in this patient, are discussed in the light of previous knowledge of the disease.
We are indebted to Dr. J. N. Walton for his encouragement and kind permission to publish the details of this case.
